INTRODUCTION
Electroconvulsive therapy (ECT) is a known treatment for psychiatric patients unresponsive to pharmacotherapy. An
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Effectiveness of Dexmedetomidine as premedication prior to electroconvulsive therapy, a Randomized controlled cross over study prominent sympathetic response resulting in tachycardia and hypertension lasting 5 min or longer. [1] The cardiovascular response is associated with sudden surge of catecholamines and occasional cardiac arrhythmias, myocardial ischemia/infarction. [2] The acute hyperdynamic response elicited poses great risk in patients with cardiovascular and cerebrovascular diseases.
Drugs such as alpha-2 agonists and beta-blockers have been used to attenuate this response. [3] [4] [5] Alpha-2 agonistic activity results in augmentation of cardiovagal activity in brain leading to bradycardia and hypotension. Clonidine is the prototypical alpha-2 agonist that has been reported to have a beneficial effect on the hyperdynamic response to ECT. [6] Dexmedetomidine, the newer alpha-2 agonist, is being studied for many procedural sedations. [7] [8] [9] [10] [11] [12] Dexmedetomidine decreases the stress-induced sympathoadrenal responses to painful stimuli, improves intraprocedural hemodynamics, and reduces the anesthetic requirements. Hence, we hypothesize that dexmedetomidine may modify the ECT-evoked hyperdynamic response, if administered as premedication.
MATERIALS AND METHODS
The study was approved by the institutional ethics committee. Written informed consent was taken from the respective patients or their legal guardians. Thirty American Society of Anesthesiologists I or II patients of either sex, 18-50 years of age, scheduled for ECT, were included in a prospective, randomized, double-blind, placebo-controlled comparative crossover study. The exclusion criteria were involuntary patient status, pregnancy, lactation, asthma, use of drugs such as beta blockers, calcium channel blockers, digitalis, history of myocardial infarction, congestive cardiac failure in the previous 6 months, significant arrhythmias, and a known family history of reactions to the study drugs.
Two groups consisting of 15 patients each were made and named as Group D and Group N. A computer-generated table of random numbers was prepared and each patient was given a number. In the first setting of ECT, Group D received dexmedetomidine and Group N received normal saline as the study drug. In the following setting, study drugs were interchanged. Vital parameters were noted in either settings and compared. The data thus collected were statistically analyzed.
Patients were kept fasting overnight for the procedure. The study drug was prepared by the anesthesiologist who was not included in the study. Patient's monitoring included electrocardiography, pulse oximetry, respiration, and blood pressure by noninvasive monitoring. Basal parameters were noted. The patient was preloaded with 6 ml/kg of Ringer's lactate solution intravenous (IV).
Patients in Group D received dexmedetomidine 1 µg/kg in 20 ml dilution over 10 min. Similarly, patients in Group N received 20 ml of normal saline. While infusing the study drug, heart rate (HR), systolic blood pressure (SBP), diastolic blood pressure (DBP), mean arterial pressure (MAP), and oxygen saturation were monitored at 0 th (T0), 1 st (T1), 5 th (T2), and 10 th (T3) min of infusion. At the end of infusion, injection propofol 1 mg/kg was slowly given till loss of consciousness. To one arm, pneumatic tourniquet was applied to assess of the motor seizures. Succinylcholine 0.5 mg/kg IV was administered. Bag and mask ventilation was with 100% oxygen.
Electric stimulus was delivered through bifrontotemporal electrodes. The duration of the motor seizure was noted as the time from the electric stimulus to cessation of tonicclonic seizures in the "isolated" arm. The before-mentioned parameters were again noted immediately after induction of anesthesia (T4) and 1 st (T5), 3 rd (T6), 5 th (T7), and 10 th (T8) min after the electrical stimulus. After cessation of seizures, patient's recovery was assessed by the time taken to breathe spontaneously, eye opening, follow verbal commands, and to shift to postanesthetic care. For the next 90 min, the patient was monitored in post anaesthetic care (PAC) for vital parameters and sedation. Modified Aldrete's Score and Richmond Agitation-Sedation Score (RASS) score were used to assess the recovery at 0 (T9), 15 (T10), 30 (T11), 45 (T12), 60 (T13), and 90 (T14) min after shifting to PAC.
The data thus obtained were statistically analyzed. The data such as distribution of age and weight were analyzed with Chi-square test. The data such as number of electric stimuli, seizures duration, and vital parameters (HR, SBP, DBP, and MAP) were analyzed with unpaired Student's t-test. Sedation scores were analyzed with Mann-Whitney test. P < 0.05 was considered statistically significant.
RESULTS
Sixty ECT procedures were evaluated involving 19 males and 11 females. The Mean values were age (31.37 ± 9.60 years), height (155.9 ± 5.09 cm), and weight (55.17 ± 9.94 kg).
The HRs in both groups did not differ significantly from T0 to T2. However, from T5 to T8 (from 1 st to 10 th min after electric stimulus), there was spike in Group N which was not noticed in Group D (P < 0.0001). The highest mean HRs in Group N and Group D were 113.30 and 94.57, respectively [ Figure 1 ].
In Group N, SBP was 124.6 ± 16.85 mmHg at T0 and 140.10 ± 22.5 mmHg at T6. On the contrary, SBP in Group D was 123.27 ± 12.01 mmHg (T0) and 119.8 ± 22.5 mmHg (T6) [ Figure 2 ]. In Group N, there was no statistically significant reduction in HR, SBP, DBP, and MAP any time during procedure when compared to baseline [ Figures 3 and 4] . In Group D, there was reduction in all vital parameters as compared to baseline. When both the groups were compared with respect to HR, SBP, DBP, and MAP, P value was <0.05 at T5, T6, T7, and T8 (from 1 st to 10 th min of electric stimulus).
In the immediate recovery period, except the time taken to breathe spontaneously, there was a significant delay in other three parameters (eye-opening, follow verbal commands, shift to PAC) in Group D (P < 0.05) [ Table 1 ]. Delayed recovery scores were noted as assessed by Aldrete and RASS score in Group D at T9, T10, and T11 (15 th and 30 th min after shifting to PAC; P < 0.05) [ Table 2 ].
DISCUSSION
ECT is associated with autonomic nervous system activation with a sudden surge of catecholamines. This may lead to complications such as transient arrhythmias, myocardial ischemia, cardiovascular, and cerebrovascular accidents. [2] Dexmedetomidine has shown to be promising in various procedures to blunt this catecholamine-induced stress response. [7] [8] [9] [10] [11] [12] Hence, we decided to use dexmedetomidine as premedication in our study. Fu and White conducted a study on six patients to assess the effect of dexmedetomidine 0.5-1 µg/kg on hyperdynamic response to ECT. [13] It produced dose-related increase in level of sedation but failed to decrease BP and HR. It was concluded that dexmedetomidine was not beneficial in ECT.
Begec et al. in 2008 compared dexmedetomidine 1 µg/kg IV with placebo. [14] They concluded that dexmedetomidine was useful in preventing the acute responses to ECT without altering the seizures and recovery.
A prospective, randomized, double-blind, comparative, crossover study was carried out in thirty patients of either sex between the ages of 18-60 years undergoing ECT. In the first setting of ECT, Group D received dexmedetomidine, and Group N received normal saline as the study drug. In the following setting, study drugs were interchanged. Data thus collected were statistically analyzed. Unpaired t-test was used for comparing demographic parameters, hemodynamic variables, seizures duration, and recovery parameters. Mann-Whitney test was used to analyze the postprocedure sedation.
HR showed a sharp spike from T5 to T8 in Group N which was not noticed in Group D (P value < 0.0001). The highest mean HRs in Group N and Group D were 113.30 and 94.57, respectively. In comparison with baseline (T0), HR was significantly raised in Group N at T5, T6, and T7 (P < 0.05). No such observations were made in Group D. Fu and White [13] had found that maximum HRs were noted at T6 and T7 in both groups in a similar manner.
In our study, there was a significant increase in SBP, DBP, and MAP in Group N after the electric stimulus was given. In Group N, SBP was 124.6 ± 16.85 mmHg at T0 and 140.10 ± 22.5 mmHg at T6. On the contrary, SBP levels in Group D were 123.27 ± 12.01 mmHg (T0) and 119.8 ± 22.5 mmHg (T6). Similar readings were found in Group D from the time of induction till 10 min after electric stimulus (P < 0.05). The P values calculated with respect to DBP and MAP, compared between both groups, were statistically significant (P < 0.05) at T5, T6, T7, and T8. These data are suggestive that dexmedetomidine is highly effective in curbing the hyperacute response to ECT. In a study done by Fu and White, there was concomitant use of glycopyrrolate and labetalol along with dexmedetomidine. [13] These drugs might have confounded their results. Our study did not have such confounding factors.
Ten percent of patients in Group N and 13.3% of Group D required second electric stimulus to elicit convulsions (P = 0.447). In the study conducted by Fu and White, [13] seizures duration was prolonged in Group D. In our study, the duration in Group N was 27.93 ± 7.91 s and in Group D was 24.77 ± 8.17 s (P = 0.133). Hence, it was concluded that dexmedetomidine did not interfere with seizures.
ECT is done as day care procedure; hence, patient's recovery in the postictal period [ Table 2 ] was given a greater importance. Except for the resumption of spontaneous breathing, rest of the parameters, namely eye opening (P = 0.01) and time taken to shift to PAC, were significantly prolonged (P < 0.00001) in Group D. The mean time to readiness to discharge from hospital in Group N was 13.00 ± 5.7 min and in Group D was 46.37 ± 19.67 min (P < 0.0001). However, no patients required monitoring beyond 90 min. No patients required hospitalization. Our study results were similar to the study conducted by Fu and White. [13] In the postictal period, modified Aldrete's score [ Table 2 ] was prolonged in Group D at T10 (P = 0.001) and T11 (P < 0.0001). In Group N, mean RASS at T10 was "0" (for 28 patients) whereas in Group D it was "1" (for 29 patients) with P < 0.0001. Similar values were recorded even at T9 and T11 (P < 0.05). However, at no point of time, RASS scores in both groups were beyond −1-+1. In nutshell, all 30 patients in Group N could safely be discharged by 45 and 90 min in Group D. Other side effects such as hypotension, bradypnea, dry mouth, and nausea vomiting were closely observed for, but none was encountered. No patient required overnight hospital stay or Intensive Care Unit admission and were successfully managed as outpatients.
CONCLUSION
Dexmedetomidine 1 µg/kg can safely be used as premedication before the ECT to effectively control the hemodynamic responses.
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